A 68 year old man with prostatic carcinoma developed spinal cord compression. The sole presenting feature was painless gait ataxia indistinguishable from cerebellar ataxia. He was investigated for cerebellar disease but the correct diagnosis was made when he subsequently presented with paraplegia and classical signs of spinal cord compression. Surgical decompression failed to produce neurological recovery.
Introduction
The symptoms and signs of spinal cord compression are well known (Walton, 1977a; Henson & Urich, 1982) . However, presentation with unusual features may have serious consequences as the following report, on a patient who presented solely with a gait ataxia, illustrates.
Case report
A 68 year old man presented in April 1983 with a 4 year history of prostatism. A retropubic prostatectomy was performed. Histology showed a poorly differentiated adenocarcinoma of the prostate, and he was commenced on stilboestrol. Sixteen months later prostatic symptoms returned and in September 1984 he was admitted with acute urinary retention. He was found to have a locally advanced carcinoma of the prostate, and a suprapubic catheter was inserted. A transurethral resection of the prostate and subcapsular orchidectomy were performed and he was subsequently referred for radiotherapy.
A 991Tc bone scan, performed for staging purposes, showed intense focal abnormal uptake involving the right anterior 3rd and 5th ribs and the body of D5 vertebra (Figure 1) .
A palliative dose of irradiation was given to the prostate. Towards the end of the course of radiotherapy he became aware of mild discomfort in his dorsal spine at about the level ofD5. Two days later he (Henson & Urich, 1982) . Local or radicular pain occurs in up to 96% of patients (Chade, 1976; Gilbert et al., 1978; Henson & Urich, 1982) (Chade, 1976; Gilbert et al., 1978; Henson & Urich, 1982) .
Ataxia as an isolated presenting symptom is apparently extremely uncommon. Standard textbook descriptions and several large reported series ofmalignant epidural spinal cord compression make no mention of it (Paillas et al., 1976; Chade et al., 1976; Walton, 1977a; Stark et al., 1982; Henson & Urich, 1982; Tang et al., 1983) . Gilbert et al. (1978) in a review of 135 cases noted ataxia without pain or motor or sensory loss as the presenting complaint in two patients and commented that in seven other patients severe gait ataxia was the most striking sign on examination. In these patients they found that proprioception was either normal or only mildly impaired and, in isolation could not account for the gait difficulties. One of their patients, like the present case, was investigated for cerebellar disease before spinal cord compression could be recognized as the causative factor.
A subsequent series from the same centre (Greenberg et al., 1980) reported on 83 patients, 6 of whom had ataxia at diagnosis. One patient had ataxia as an initial symptom but whether this was the sole presenting feature is not stated.
The cause of the ataxia is not known. However, anatomically it is known that the anterior and posterior spinocerebellar tracts convey proprioceptive information from muscles and tendons to the cerebellum and it has, therefore, been suggested that involvement of these spinal pathways might produce ataxia without gross loss of postural sensibility (Walton, 1977b) .
Radiotherapy to skeletal metastases may not be indicated despite positive bone scintigraphy or radiology. Even in patients with malignancy, back pain may have a benign cause in up to one third of patients (Galasko et al., 1982) . However, if impending spinal cord compression had been thought likely, urgent radiotherapy with systemic steroid cover would almost certainly have been initiated in the hope of preventing further deterioration and reversing the ataxia. Following prompt management of spinal cord compression, up to 36% of patients will be alive after one year and 50% of survivors can expect to be able to walk' at one year (Gilbert et al., 1978; Starke et al., 1982; Henson & Urich, 1982) .
We would, therefore, suggest that in patients who develop a gait ataxia with negative intracranial investigations, and especially in the presence of known vertebral metastasis, the diagnosis of spinal cord compression is seriously considered so that appropriate investigations are initiated at an early stage.
